ABSTRACT
Introduction
Oral Lichen planus (OLP) is an inflammatory autoimmune disorder that affects oral mucosa. In OLP, CD8 + autocytotoxic T-cells recognize self-antigen on keratinocytes as foreign agents and cause inflammation and death of keratinocytes. [1] [2] Prevalence of OLP is about 2% in general population [3] and it is more common in the fifth and sixth decades of life; [4] it affects women more than men (1.4 :1). [2] The most prevalent site of the lesions is buccal mucosa (90% of lesions) and after that tongue and gingiva have more chance of infection. [5] According to a simple category, OLP is classified into three forms: reticular, atrophic, and erosive lesions. [6] [7] Atrophic lesions have slightest symptoms and often do not make any problem for the patients. [8] Generally, two thirds of patients with atrophic and ero-sive lesions of lichen planus report oral discomfort. [9- 10] The exact etiology of OLP is unknown. But there are many immunological theories to explain pathogenesis of this disease including autoimmune response, humoral immunity, antigen-specific cell-mediated immune response, and non-specific immunological mechanism.
Non-specific mechanism consists of degranulation of mast cells and activation of matrix metalloproteinases (MMPs). [11] [12] MMPs are a group of zinc-dependent endopeptidase that these enzymes are capable of degradation of extracellular matrix and basement membrane. Currently, at least 10 different types of these MMPs have been discovered. [13] This group of enzymes, based on their special substrate are classified to: gelatinises (MMP-2 and 9) collagenases (MMP-1 and MMP-8), stromelysins (MMP-3 and 10), membrane-type MMPs and other MMPs. MMPs play an important role in many physiological process such as wound healing, immune functions, embryonic development, morphogenesis, and angiogenesis. [13] Although the role of MMPs in various diseases is still not fully understood but this is mentioned that MMPs are upregulated via cytokines and proinflammatory mediators in inflammatory process. Moreover, it is reported that disruption of basement membrane in OLP is usually due to destruction of collagen IV, laminin and stromelysin by various MMPs such as MMP-2, MMP-9, MMP3, and MMP-10. [14] A member of MMPs, MMP-10 or Stromelysin-2 (ST-2) is capable of degradation of extracellular matrix proteins like collagen III and V, proteoglycans, laminin and fibronectin. [15] The role of some MMPs was evaluated for the pathogenesis of OLP in previous studies, [4] but only few studies have been done on expression of ST-2 in OLP. The aim of this study was to evaluate ST-2 expression in OLP compared to control patients and assess its clinical significance. 
Materials and Method

Patient selection
Evaluation of immunohistochemically-stained sections
For assessment of ST-2 positivity, using light microscopy (Nikon; Type2, Tokyo, Japan), the number of positive-stained cells (the brown staining of cell cytoplasm was considered as positive) was counted in 1000 cells of each sample at 400 magnifications. Cell staining was The number of positive cells was counted in the epithelium and connective tissue of the lesions and classified as scores 0, 1, 2 and 3 based on the protocol described in the methods section (Table 2 ). Then average ±SD of the results was calculated that is shown in Table 3 . ST-2 expression in epithelium and connective tissue of erosive OLP and reticular lesions is shown in Table 3 . clinical features but its pathogene sis is still unknown.
Discussion
OLP is a chronic inflammatory disorder with various
Lichen planus is considered as a premalignant lesion, so early detection, diagnosis and treatment of these lesions are of great importance. [4] In a retrospective study, Munde et al. [18] reported the clinical and demographic profiles of 128 OLP patients. Mean age of patients at diagnosis was 36 years.
Most of lesions were among men (61.7%) and the most prevalent site of lesions was buccal mucosa (88.2%).
Reticular lesions involved 83.5% of the lesions. In current study, the mean age of patients at the time of diagnosis was 42.86 and most of the patients were women (65.4 %). Similar to the study of Munde et al., most of the lesions of current study were in reticular form (65.4%) and occurred in the buccal mucosa (76.2%).
[18]
Destruction of basement membrane which leads to lymphocytes migration and keratinocytes apoptosis is one of the typical views in association with OLP and in this process, MMPs as the proteolytic enzymes are involved. [19] [20] Giannelli et al. [21] did the first study to examine the correlation between OLP and MMP. They reported an increase in MMP-2 during acute phase of OLP and suggested that a balance between MMP-2 and TIMP-2 may contribute to basement membrane degeneration.
[21]
Mozzarella et al. [22] reported an increase in MMPs expression in erosive OLP in comparison with reticular OLP. They also stated that MMP1 and MMP3
are associated with erosive form of OLP and that clinical features of OLP could be in relation to different levels of MMPs. [22] Also Zhang et al. [23] reported increased incidence of TIMP2, MT1-MMP and MMP-2 in OSCC compared to atrophic, non-atrophic and also normal mucosa. In that study, MT1-MMP and MMP-2 expression in atrophic OLP was significantly higher in comparison to non-atrophic OLP. Therefore, they suggested that MMPs expression would be a good marker to judge about malignancy transformation in OLP lesions. [23] Li et al. [24] reported that MMP-7 expression in OSCC is higher than lichen planus and normal mucosa, 
